Recently Horenstein et al. (1967) and Medina et al. (1974) have described agitated delirium and visual impairment in infarctions of the medial temporo-occipital region. In the previous reports all patients died in weeks to months. The purpose of this report is threefold: (1) to describe three additional cases emphasising this mode of presentation which, though not specific, is distinctive enough for medial temporo-occipital infarction; (2) to point out a different mode of onset from the previous reports, and (3) (Fig. 2) , and computerised axial tomography showed an infarct in the left medial temporo-occipital region (Fig. 3) (Fig. 4) (Benson et al., 1974) . However, a small infarct in the contralateral region remained a possibility in our patient. An interesting incidental finding in patient 2 consisted of loss of libido and impotence. These symptoms are known to occur occasionally in temporal lobe lesions (Hierons, 197 1).
Release of the medial temporal region from other cortical areas or excitation of certain structures in the medial temporal lobe most likely caused agitated delirium in our patients. Experimental studies have given rise to both aggressiveness (Bard and Mountcastle, 1948) , and placidity (Kluver and Bucy, 1939) , after bilateral temporal lobe ablations. Furthermore, temporal lobe infarctions without agitated state have been reported (Delay and Brion, 1962; DeJong et al., 1969; Benson et al., 1974) . Therefore, the exact anatomical substrate in the temporal lobe for agitated delirium in our patients must remain speculative. The patients with acute confusional states after right frontoparietal infarction as described by Mesulam et al. (1976) appeared to differ from our patients because of admixture of prominent language dysfunction with mild agitation of brief duration.
We would suggest that the most probable lesion for sudden cortical visual loss accompanied by agitated delirium either immediately or shortly thereafter is an infarction of the medial temporooccipital region bilaterally or unilaterally. Its course may be one of continuous delirium until death in several weeks or months or recovery with residual dementia and visual deficit.
